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[Abstract] Objective: To observe the protective effects of Baohuoside aglycone (BA ) in renal
ischemia/reperfusion (I/R) injury in the rat. Methods: A total of 39 healthy male adult Sprague-
Dawley (SD) rats were evaluated in three groups. Group | (sham), Group [l (renal I/R injury treated
with vehicle) , Group [l (renal I/R injury treated with BA). The model of renal ischemia/reperfusion
injury was induced with left renal pedicle occlusion for 50 min followed with reperfusion and then right
nephrectomy was performed under anesthesia. The level of BUN, SCr, CrCl were determined in every
rat on day 3, 7, and 14 post-operatively. Three rats in every group were sacrificed on day 3 after
operation, whose left kidney was harvested for histopathological examinations. Results: After three
days of operation, the serum concentrations of SCr and BUN in Group [l were significant lower in
comparison with that in Group [[. Seven days after operation, the SCr and BUN in BA treat group had
resumed as same level as that in Group [ (sham group). On the contrary, renal function in Group ||
recovered until 14 days postoperatively.  Conclusion: Baohuoside aglycone could reduce the I/R injury in
rat model. It can be a favorable choice for protection of renal I/R injury in clinic.
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